Role of glucocorticoids on T cell recruitment across the blood-brain barrier.
Until recently, the central nervous system (CNS) has been considered to be an immunologically privileged site, where the highly specialized endothelial blood-brain barrier (BBB) allows no entry of circulating lymphocytes. However, during inflammation in the CNS, mononuclear cells readily gain access to the CNS parenchyme. The molecular mechanisms involved in lymphocyte recruitment across the BBB have been mostly studied in experimental autoimmune encephalomyelitis (EAE), the prototype model for human inflammatory demyelinating diseases of the CNS such as multiple sclerosis (MS). As endothelial cells actively participate in the regulation of lymphocyte entry into various tissues, it is likely that the specialization of the BBB endothelium extends to CNS-specific traffic signals involved in lymphocyte recruitment. Identification of the traffic signals mediating entry of lymphocytes into the CNS is likely to be of great clinical importance, as blocking the responsible molecules possibly offers new specific routes of treatment of CNS inflammatory diseases. Such a therapeutic regime, however, is not yet available. Rather, acute MS is often treated with high dose glucocorticoids. Current evidence for a possible role of glucocorticoids in regulating the expression of adhesion molecules and thus inhibiting T cell recruitment across the BBB is discussed.